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abstract  IMaximam  200  words) 

After  receiving  the  AASERT  fellowship*  I  conducted  post-nBM  lesion  tlmecourse 
studies  in  order  to  determine  whether  cholinergic  and  phospholipid  metabolism 
recovers  after  unilateral  lesions.  I  found  that  cortical  phospholipid 
biosynthesis  and  hydrolysis  is  altered  following  loss  of  cholinergic  input. 
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Hy  thcMla  raaaareh  in  Dr.  Ricsbard  Wurtnan's  laboratory  eantarad 
on  t&e  ^teraetions  batwarn  aeatyleholinc  and  phospholipid 
BataoolisB,  spaeifieally,  on  changes  of  phospholipid  metabolisn  and 
vasQ  ill  Cortical  taninal  fields  after  rc&oval  of  chollnexrgic 
inncrvatiCn.  Before  receiving  the  AAS2RT  fellovship«  I  found  that 
phoaphollpld  end  phospholipid  aetabolita  levels  in  frontoparietal 
cortex  aril  decreased  following  exeitotoxic  lesion  of  the  basal 


forebrain  eholinergie  nucleus  basalis  (nBM) .  nBM  lesions  were 
verified  the  seasureDent  of  choline  acetyltransf erase  activity 

aad__eyokeil  acetylcholine  release  in  cortical  slices. _ _ _ 

After  receiving  the  AhSERT  fellowship,  I  conducted  post-nBM  \ 
lesion  tiiiccourse  studies  in  order  to  detemine  whether  eholinergie 
and  phospholipid  netabolisa  rseovers  after  unilateral  lesions. 
Choline  ac  etyltxansf  erase  Activity  ehdngvgkea^c^ylQiol:^^ 
in  cortical  slices  showed  an  eventual  recovery  after  the  lesion. 
The  decreases  in  eottleal  phospholipids  also  recovered  after  the 
lesion/  the  tine  course  was  similar  to  that  seen  for  evoked 
acetylcholine  release.  Cholinergic  lesion  by  surgical  sectioning 
also  resulted  in  decreased  cortical  phospholipids/  while 
excitotox  lC  lesions  of  non-cholinergic  projections  to  cortex  did 
not  change  phospholipid  levels.  Radiolabelling  and  enzyme  assay 
oxporimea  :b  with  cortical  tissues  indicate  that  phospholipid 
bioitynthciiis  is  decreased  following  nBM  lesion.  This  decrease  i 
occiirs  at  the  point  of  choline  kinase.  Phospholipid  turnover  in  j 
eor'cex  may  also  be  increased  following  nBM  lesions,  as  indicated  by 
muscarinic  inositol  lipid  hydrolysis  and  choline  radiolabelling  of  / 
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srtical  phospholipid  biosynthesis  and  hydrolysis 


is  altered  following  loss  of  ^olinergic  input. 
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